Introduction
Among disturbances caused by excessive use of laxatives, reversible finger clubbing has been reported (Silk, Gibson and Murray, 1975; Prior and White, 1978) .
Abnormalities of bone, connective tissue, and skin are part of the clinical syndrome in the hereditary biochemical disturbance aspartylglucosaminuria (Jenner and Pollitt, 1967) , although finger clubbing has not been noted in detailed clinical studies (Autio, 1972) .
This report concerns a patient who presented with an association of the above conditions.
Case report (Fig. 1) . These cells, which were interpreted as macrophages, were filled with a particulate material which contained occasional large vacuoles. These cytoplasmic inclusions showed a positive PAS reaction which remained positive after the application of diastase. They also stained positively with a method for the demonstration of acid phosphatase on frozen sections (Barka and Anderson, 1962) , suggesting that the material was lysosomal in nature.
In 1975 the patient was referred because of finger clubbing, ankle oedema, and some facial puffiness. The fluid retention disappeared without treatment but finger clubbing remained (Fig. 2) Because of the previous anorexia nervosa, laxative abuse was suspected. When specifically questioned on this, the patient reluctantly admitted the daily intake of 2 to 5 tablets of a senna preparation (Pursennid®, containing 12 mg senna glycoside per tablet) continuously for 10 years. She was strongly advised to discontinue this habit. The probable connection between the laxative and the disfigured fingers was pointed out, and other hazards of laxative abuse were mentioned. Later however, she reported that she was unable to discontinue the senna tablets because attempts to do so caused severe constipation. Bulk laxatives had no effect.
Discussion
It was apparent that the patient had an abnormality similar to aspartylglucosaminuria. However, mental retardation and facial abnormalities were conspicuously absent. The intermittency of aspartylglucosamine excretion as well as the normal enzyme activity excluded true genetic aspartylglucosaminuria and suggested an acquired disturbance.
The liver biopsy findings were similar to those reported in genuine aspartylglucosaminuria (Isenberg and Sharp, 1976) , except that no PAS positive globules or vacuoles were detected in the hepatocytes.
It seems highly probable that the patient's finger clubbing was caused by her long-term laxative abuse. It is interesting to note that patients with senna-related finger clubbing reported by Silk et al., (1975) , and by Prior and White (1978) , had features of anorexia nervosa. Thus, both malnutrition and laxative abuse may be necessary to produce this physical abnormality. However, in the present patient, finger clubbing has been maintained after the cessation of anorexia. The cause of her intermittent fluid retention is less evident.
It seems that the patient's laxative addiction has produced a partial phenocopy of aspartylglucosaminuria. The intermittent excretion of this metabolite and the finger clubbing, curved radii, and abnormal liver histology are unlikely to be a chance combination. A disturbance in the turnover of glycoproteins may well be expected to cause connective tissue abnormalities. The nature of the relation to senna alkaloid ingestion is unknown and would deserve further study.
